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Abstract
Introduction:Hereditary Hearing loss (HHL) affects one in 1000-2000 new-

borns and more than 50% ofthese cases, the loss has a genetic basis. About 70% of

HHL isnon-syndromic withautosomal recessive formsaccounting for~85% ofthe

geneticload. Todate, morethan 100 1locus estimated forthiskind of deafness. Differ-

ent genes have been reported to be involved, but mutations in the connexin 26 gene

(Cx26)havebeenestablished as the basis ofautosomalrecessive non-syndromichear-
ing loss.

Materials & Methods: The aim ofthis projectisto study the prevalence of connexin26

mutations by using Amplification Refractory Mutation System ARMS/PCR for detec- '

tionof 35delGandthenweanalyzedallsamplesexcluding 35delGhomozygoteby DHPLC
and Direct Sequencing.
Finding: Wescreened 76 chromosomes(38 patient) for GJB2 mutations. Thirty two(42%)
carry GIB2 mutationsincluding 35delG,W24X,R32H,R127H,-3170G>A. Among them,
35delG hasthe highest frequency(84%). Polymorphism V1531 was foundinthreechro-
MOosomes.
Conclusion: According to ourresults, other loci and genes may be the majorrespon-
sible fornonsyndromic deafness in this population.
Keyword : GJB2/CX26/ Autosomal recessive nonsyndromic hearing loss
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